SYNOPSIS A patient with a cystic craniopharyngioma below the right optic nerve had several recurrences requiring surgery. Finally the cyst was connected with a subcutaneous reservoir by means ofa fine catheter. Symptoms of optic nerve compression recurred more than 50 times during the following year, and were relieved within seconds upon drainage of the reservoir. In each cycle, a drop in visual acuity preceded a measurable change in the visual field. The pattern of field changes was an increasingly severe, uniform depression. Optic nerve ischaemia induced by compression was probably the most important factor causing visual failure in this case.
Compression of an optic nerve by an adjacent mass characteristically causes a slowly progressive loss of vision. Once diagnosed, surgical exploration is usually carried out rather promptly to prevent further visual loss. Thus, there are few opportunities to study systematically the progression of visual failure for any length of time before treatment. Similarly, opportunities to record the early phases of visual recovery after decompression come rarely. The exact moment of surgical relief of compression is easily recorded but because of the circumstances surrounding surgery, formal testing usually has to be postponed for many hours. We know of only one extensively studied case that gives some relevant information. Isayama (1970) has given a description, in Japanese, of a case with a huge craniopharyngioma cyst that pressed on the left intracranial optic nerve. Surgical removal was not possible. Instead, the cyst was connected to a subcutaneous reservoir with the idea of draining the cyst percutaneously if symptoms recurred. Isayama studied two cycles of cyst refilling with respect to optic nerve function, and noted that vision was rapidly restored (within 24 hours) upon drainage. No information was given on the early time-course of visual recovery.
We have had the opportunity to monitor visual 
DISCUSSION
It appears reasonable to summarise the sequence of field change as an increasingly severe uniform depression and to attribute the changes localised in the lower nasal quadrant to pre-existing damage to optic nerve axons serving this area. Such damage is evidenced by persistent lower nasal contraction and nasal foreshortening of the intermediary isopter after cyst drainage. The slight pallor of the optic disc, which was noted before the very first operation, also indicates a loss of nerve fibres.
Uniform depression of the visual field presumably reflects a uniform distribution across the optic nerve of conduction failure. In this situation it is worthy of note that, although we had access to reliable base-line field data, we were unable to detect a change in the visual field before acuity had dropped to approximately 0.6. Similar observations were made by Knight et al. (1972) in a series of cases with early compression of one optic nerve.
The fact that acuity drops before there is a measurable change in the visual field is often attributed to a greater vulnerability of macular fibres. Resolution and light sensitivity differ too much as functions to be directly compared, however. If we had had access to comparable methods in testing the macular and the peripheral function it might have been possible to detect disturbances of the two at the same time. Knight et al. (1972) stressed deficient colour vision as an early sign of conduction disturbance. Because of pre-existing defects in colour vision, we were unable to explore this particular function in our patient.
Symptoms and signs recurred at an ever increasing rate, from three times a year to twice a day. The time course and duration of impairment did not influence the pattern of functional loss or the rate of recovery upon cyst drainage. Recovery was too fast to allow identification of the specific nature of recovery. The patient was also unable to analyse accurately different phases during recovery of conduction: subjectively, vision returned to normal instantaneously. This rapid recovery was observed more than 50 times. Earlier reports on the rate of recovery upon relief of compression of the anterior visual pathways do not emphasise such a dramatic normalisation of function. Although it is a commonplace clinical observation that patients may recover vision within perhaps a day after surgery (Gregorius et al., 1975; Kayan and Earl, 1975 ) the circumstances surrounding surgery rarely if ever allow formal testing of a fully alert patient at the precise moment when compression is relieved. Studies of the visual evoked response during surgery for suprasellar meningioma attest to the possibilities of an extremely rapid recovery ofconduction (Feinsod and Auerbach, 1971; Feinsod et al., 1976) . Our case proves that functional recovery may be very much faster than previously thought possible.
Our patient's remarkable tolerance to repeated and protracted optic nerve compression, and her uniquely rapid recovery upon release of cyst distension, may help to illuminate the roles of various pathophysiological mechanisms involved in the production of visual failure with so-called compressive lesions of the optic nerve.
Conduction block may obviously occur repeatedly without inflicting irreversible damage to the optic nerve fibres. What functional and structural alterations cause a reversible conduction block in the anterior visual pathway are poorly understood. Ischaemia, compression, and mechanical deformation are factors traditionally thought to be involved. O'Connell (1973) recently has emphasised tension as an important causative factor in bitemporal hemianopia due to a suprasellar mass. A more or less severe disturbance of intraneural microcirculation is presumably unavoidable in mechanical deformation and compression. The latter factors may also be capable of disturbing the continuous transport of macromolecules and organelles that occurs in the optic nerve (Obstbaum and Podos, 1974; Wirtschafter et al., 1975) . It is known that axonal flow within the intraocular part of the optic nerve fibres is partially or totally blocked when the intraocular pressure is raised artificially (Anderson and Hendrickson, 1974; Levy, 1974) . Axonal transport may recover upon normalisation of the intraocular pressure (Levy, 1974) . Optic nerve fibres may well survive several weeks of chemical block (colchicine, vinblastine) of axonal flow (Karlsson et al., 1971; Bunt, 1973) . There is little, if any, change in optic nerve conduction in this situation, although synaptic transmission may fail a few days after chemical block (Peregi6 and Cuenod, 1972) . The findings from these experimental studies suggest that a block of axonal transport is not a major factor in the production of rapidly reversible conduction block.
Compression and mechanical deformation may also induce segmental demyelination. Repair processes may explain the protracted functional recovery (within weeks) characteristic of moderate compression blocks in peripheral nerves (Agayo et al., 1971; Ochoa et al., 1972) . A similarly protracted recovery of the anterior visual pathway is not unusual after surgical decompression of the optic chiasm (Nover, 1962) . The time course of improvement in our patient speaks strongly against such factors in her recovery.
Recent experimental studies on peripheral nerves have shown that a local supply of energy to a nerve is needed to support both nerve conduction and axonal transport and that anoxia rapidly blocks both functions (Ochs, 1974) . Conduction and flow resume equally rapidly if energy supply is restored within 1.5 hours. With more prolonged anoxia only conduction resumes rapidly (Ochs, 1974) . The instantaneous recovery of vision in our patient upon release of cyst fluid favours the interpretation that the conduction block was due mainly to an ischaemic interruption of local energy supply, presumably induced by mechanical compression and deformation. Dr H. Okamoto was helpful in translating the paper by Isayama (1970) . 
